rate in males. This difference, thought to be due to the hormonal and haemodynamic changes associated with pregnancy, is not seen with other visceral artery aneurysms 3 . SAA is the second commonest intra-abdominal aneurysm after aortoiliac aneurysms; usually there are no symptoms and only 27% present with abdominal pain 2, 4 .
Incidental diagnosis of SAA is becoming increasingly frequent with the growing use of angiograms, CT scans and ultrasonograms for investigation of other lesions 2 . The peak age of detection is the sixth decade 1 . The cause of these aneurysms is uncertain, but increased blood flow through the splenic artery may be a factor. Portal hypertension with large portasystemic shunts causes a rise in portal blood inflow volume which is thought to increase the aneurysmal propensity of the splenic artery ,1,2,5 . Arteriosclerosis is the commonest pathological finding and is probably a postaneurysmal phenomenon rather than a primary cause of the aneurysm. Half the ruptures occur in pregnant women and the mortality after rupture is 70-90% 6 .
For patients aged over 60 years with no symptoms and with aneurysms less than 20 mm in diameter, conservative management with CT scans every six to twelve months is advocated 4 . Treatment is indicated for aneurysms that cause symptoms, those more than 30 mm in diameter, and those detected in women who are pregnant or of childbearing age: these are groups with an increased risk of rupture 2, 3 . There is no clear advice on how to manage aneurysms between 20 and 30 mm.
The favoured method of treatment at present is embolization. However, there is little follow-up information for this method and recurrence is a possible long-term hazard 3 . When embolization is difficult or contraindicated by the proximity of the aneurysm to the spleen (with risk of splenic infarction) the options are open or laparoscopic surgery with ligation of the splenic artery, excision of the aneurysm with reanastomosis of the artery or splenectomy with removal of the aneurysm 3 . Hyponatraemia is commonly attributed to the syndrome of inappropriate antidiuretic hormone secretion (SIADH), but other causes must first be excluded.
CASE HISTORY
A man of 66 attended the emergency department because of confusion, unsteadiness, slurred speech, nausea and symptoms of prostatic obstruction. For the past month he had been troubled by fatigue and myalgia, and for ten days he had been experiencing nausea (treated by his general practitioner with prochlorperazine). Previously he had been well, and prochlorperazine was his only current medication. On examination he was not obviously dehydrated. Blood pressure was 120/80 mm Hg, with no postural drop. There were no focal neurological signs and no physical abnormalities were detected elsewhere, including the prostate. Initial investigation disclosed pronounced hyponatraemia (sodium 110 mmol/L), low serum osmolality (261 mosm/kg) and inappropriately high urine osmolality (462 mosm/kg).
Other blood results, including prostate specific antigen,
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V o l u m e 9 5 S e p t e m b e r 2 0 0 2 C-reactive protein, potassium and glucose, were normal. Free thyroxine was low at 6 pmol/L, but thyroid stimulating hormone was normal at 2.27 IU/L. The working diagnoses at this point were SIADH and sick euthyroid syndrome. The patient was admitted and the prochlorperazine was stopped. CT scans of the brain, thorax, pancreas, adrenals and the remainder of the abdomen were normal, as were findings on upper gastrointestinal tract endoscopy. He was fluid-restricted to 1 L per day and over nine days his sodium climbed to 137 mmol/L. The gait and speech disturbance rapidly resolved. When his fluid intake was lifted to 2 L/ day, plasma sodium fell to 128 mmol/L and his symptoms began to relapse. A short tetracosactide (Synacthen) test gave the following results: at 0 min, cortisol 530 nmol/L, corticotropin 55 nmol/L; at 30 min and 60 min, cortisol 131 and 174 nmol/L, respectively. A long tetracosactide test gave a flat early cortisol response to 2 mg tetracosactide with a delayed peak after 24 h (Figure 1 ). An MRI scan of the brain and pituitary showed no abnormalities. Luteinizing hormone, follicle stimulating hormone, testosterone and prolactin levels were normal. A glucagon test suggested growth hormone deficiency. Secondary adrenal insufficiency was diagnosed and the patient's symptoms of fatigue, myalgia and nausea all responded to hydrocortisone replacement therapy. His prostatic symptoms also resolved. Plasma sodium became normal despite a fluid intake in excess of 3 L/day, and the thyroid dysfunction resolved without thyroxine treatment.
COMMENT SIADH should not be diagnosed until hypoadrenalism has been excluded 1 . The long tetracosactide test in this patient showed a delayed peak at 24 h which was diagnostic of secondary adrenal insufficiency. Preservation of mineralocorticoid function in this condition prevents the salt and water depletion seen in Addison's disease. In secondary adrenal insufficiency, hypocortisolism results in increased vasopressin secretion 2 and an impairment of renal excretion of a water load independent of vasopressin effects 3 -hence the hyponatraemia. In the case presented here, cortisol deficiency also caused sick euthyroid syndrome. 
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